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the epicardium, and accordingly myocardial
infarcts involve especially the inner part of the
wall, although commonly the whole thickness
undergoes infarction.

In the brain a reduction in blood flow suffic-
iently severe to produce infarction is usually due
to atheroma of the cerebral arteries or of major
arteries in the neck that supply the brain, i.e.
the internal carotid and vertebral arteries. The
artery may be occluded by thrombus formed
on an atheromatous patch or by an embolus,
but stenosis alone, by severely impairing blood
flow through the artery, may cause ischaemic
damage in the brain. Indeed cerebral infarction
may occur even when the arteries supplying the
brain are normal. This sometimes results from
a profound fall in cerebral blood flow due, for
example, to an episode of severe hypotension.
The sites of infarction of the brain depend on
the cause of the ischaemia. When a major cere-
bral artery is blocked, infarction obviously
occurs within the territory supplied by it, but
blockage of the internal carotid or vertebral
arteries, or a hypotensive episode, results in in-
farction in the so-called boundary zones (p. 743)
at the margins of the territories supplied by the
major cerebral arteries. Even when a major
cerebral artery is completely occluded by
thrombosis or embolism, there is considerable
variation in the size of the infarct. This is due
mainly to the efficiency of the potential col-
lateral circulation through arteries on the sur-
face of the brain and through the circle of
Willis, both of which link the major cerebral
arterial territories. A cerebral infarct may be
pale or haemorrhagic. As the dead tissue soon
breaks down and becomes soft, a cerebral in-
farct is often referred to as a softening. There-
after, over a period of weeks or months, the
necrotic tissue is gradually removed by
phagocytes. The final result is a cystic
shrunken area in the brain (see Figs. 21.25,
21.26, p. 744).

The central artery of the retina is an end-
artery, and its obstruction causes retinal infarc-
tion, with loss of sight in the eye.

In the heart, obstruction of a coronary artery
or a major branch gives rise to infarction of the
ventricular myocardium; it is usually somewhat
irregular in form and pale, but may show con-
gestion and haemorrhage at the margin (Fig.
15.9, p. 404).

Obstruction of even a large branch of a pul-

monary artery does not always result in in-
farction. Experimentally-induced pulmonary
emboli in otherwise healthy dogs do not us-
ually cause infarction, some additional general
impairment of pulmonary blood flow being
required for infarction to result from the
emboli, e.g. constriction of the pulmonary
venous drainage. Similarly in man, a raised
pulmonary venous pressure, due to mitral
stenosis or heart failure, or to lung disease
causing obliteration of pulmonary capillaries,
predisposes to the development of infarction
following pulmonary embolism. The subject
is discussed more fully on pp. 458-60.

Pulmonary infarcts are typically wedge-
shaped, with the base projecting slightly on the
pleural surface (Fig, 9.27). They are firm and
haemorrhagic (Fig. 9.28). In some instances, pul-
monary arterial occlusion results in a wedge-
shaped haemorrhagic patch without necrosis,
and resolution may then occur, but when there
is ischaemic necrosis, i.e. infarction, organisa-
tion and scarring follow in patients who survive
for more than a few weeks.

Infarcts of the spleen are common and result
usually from embolism. They are usually red-
dish at first and occasionally haemorrhagic, but
soon become pale (Fig. 9.29) and yellow. In the
kidneys, infarcts seen at necropsy are pale, with
a deep red periphery due to congestion and

Fig. 9.28   Haemorrhagic infarct of lung, showing
alveoli filled with red cells, x 115.